In the extracellular environment cell-free virions seek out naïve host cells over long 23 distances and between organisms. This is the primary mechanism of spread for most 24 viruses. Here we provide evidence for an alternative pathway previously undescribed for 25
Orthomyxoviruses where the spread of influenza A virus (Fig. 3) . Unexpectedly, the microtubule-affecting 246 drugs also affected formation of intercellular connections compared to the DMSO 247 control. Addition of the microtubule stabilizer taxol significantly reduced the number of 248 intercellular connections whereas the microtubule destabilizer nocodazole increased the 249 number of intercellular connections compared to DMSO treated cells (Fig. 3B) . These 250 formed at 48 h p.i. as compared to the DMSO solvent control (Fig. 4A and B) . This 280 finding is consistent with the data presented in Fig. 3 as treatment with these same 281 drugs inhibited formation of intercellular connections. Notably, the microtubule 282 destabilizer nocodazole resulted in an increase in the number of microplaques (Fig. 4B) . intercellular connections were observed in all three cell types that stained for cell 314 surface expressed F protein (green) and internal staining for NP (red) (Fig. 5A ) or P 315 (red) (Fig. 5B) . As NP and P are part of the vRNP, and NP, P and L form the core 316 replicative machinery (40) the data suggests RNPs are trafficked to neighboring cells 317 through the intercellular connections. Intercellular connections were also seen with 318 another IAV strain, A/WSN/33 (Fig. 6 ). Supporting our data in Fig. 3C , IAV or PIV5 319 infected cells, but not mock-infected cells, contained intercellular connections (Fig. 6) . (Fig. 9B, upper) . Uninfected cells treated with nocodazole had a ruffled plasma 378 membrane compared to DMSO-treated cells and contained intercellular connections 379 containing F-actin (Fig. 9B, lower) . and into the upper cell. Insets magnify the region of interest (Fig. 10) . We noted that 406 when particles traveled within the intercellular connections, motion was saltatory but 407 overall had unidirectional movement (Fig. S1 ). This is consistent with active (motor-408 dependent) movement such as that seen with myosin motors. 
